Abstract
Introduction 43
Alzhemier's disease (AD) is the most common cause of dementia in the elderly. Due to 44 increasing longevity and the lack of therapy, AD has become not only a major health problem 45 but also imposes substantial social and economic burden worldwide [1] . The inflammatory inhibitor reduced γ-secretase expression as well as tau hyperphosphorylation at threonine 181.
52
The mechanistic detail of the 5-LOX inhibitor is still to be elaborated to understand how this p53 isoform ∆113p53/∆133p53 promotes DNA double-strand break repair to protect cell from 57 death and senescence in response to DNA damage [5] . In a recent finding it has been reported 58 that the p53 isoform; p73 plays an important role in the DNA repair pathway in coordination 59 with another isoform of low molecular weight; ∆133p53 [6] . The ∆160p53 is a recently identified 60 isoform of p53 and have role in senescence and DNA repair but the detailed function of it is still 61 illusive [7] . The neuroprotective role for p53 was reported in an in-vivo model of tau-mediated 62 neurodegeneration relevant to Alzheimer's disease and related disorders. All these findings are 63 illustrated the importance of Akt, p53, p73, ∆133p53 and ∆160p53 in cell survival pathway. 
Results

117
Preparation of aggregated Aβ peptide 118
Thioflavin-T is a dye specific for detection of fibrillation of proteins. It has an excitation 119 wavelength at 440nm and the emission wavelength at 480nm.ThT assay had shown high 120 intensity after 4 days for it's aggregation status (Figure 1 A) . The results were further confirmed 121 by scanning electron microscopy for the aggregation of peptide after incubation of 4 days ( Figure   122 1 B and C). The expression of these isoforms was induced in the 80µM peptide treated cells. involved in DNA repair, down regulated in AD [12] . In the mammalian cell, p53 was found to be 157 modulate the DNA repair and stimulate both removal of damaged bases and nucleotide re-158 insertion [13] . To ensure the effect on p53 through 5-LOX inhibition under neurotoxic condition for DNA damage stress and their expression prevents apoptosis and promotes DNA-DSB repair.
167
Some more recent studies have proposed the role of p53 isoforms in the cell survival such as annealing (SSA) and thereby promote DNA DSB repairing, which supports our study.
180
Inhibition of 5-LOX by YWCS peptide inhibitor was also upregulated the phosphorylation of 
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